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thickness of the vessel wall is also infiltrated
with polymorphs. These acute changes give
way to chronic inflammation, and the throm-
bus is replaced by granulation tissue containing
lymphocytes, macrophages and multinucleated
giant cells (Figs. 14.25, 14.26). The in-
flammatory changes eventually subside, and
although the original vascular lumen has been
obliterated there is often a surprising degree of
recanalisation. The inflammation of the vessel
wall also progresses to a chronic stage but with-
out the degree of disruption which occurs in
polyarteritis nodosa (see below). Fibrosis ex-
tends into the surrounding connective tissue,
and the burned-out lesions thus consist of re-
canalised vessels with thickened fibrosed walls,
enclosed in fibrous tissue which may envelop
and compress adjacent nerves and vessels (Fig.
14.25).

The lesions affect short lengths of the small
and medium sized arteries and veins of the legs
and feet, but seldom the larger vessels. Sim-
ilarly, when the upper limbs are affected, the
lesions are mainly in the vessels of the forearms
and hands. The disease is chronic, acute lesions

Fig. 14.25 Thromboangiitis obliterans. Occlusion
of the posterior tibial artery (upper left) and sur-
rounding fibrosis extending around the adjacent
veins and nerves, x 32.

Fig. 14.26 Thrombophlebitis in Buerger's disease. Left, a superficial vein, showing inflammation of the
wall, thrombosis and early organisation. Several multinucleated giant cells lie in and adjacent to the throm-
bus, x 60. Right, an older lesion with more advanced organisation of the thrombus: note the giant cell (below
centre) and pleomorphic inflammatory infiltrate, x 250.